Primary Sjogren's syndrome is an autoimmune disorder characterised by chronic inflammation of exocrine glands. Recent publications have shown an array of potential extraglandular manifestations, ranging from cutaneous vasculitis to severe central nervous system disease.' 2 We report an unusual association of auricular chondritis and diffuse proliferative glomerulonephritis in a patient with primary Sjogren's syndrome.
Case report
A 48 year old housewife first noticed recurrent parotid gland enlargement, malaise, fever, and occasional joint symptoms in 1967. Since 1976 she had had permanent parotid gland enlargement and recurrent crises of facial angio-oedema and urticaria. In 1982 marked xerostomia and lack of saliva discharge after massage of parotid and submaxillary glands were noted. In 1983 she underwent surgery to remove a ductal breast adenocarcinoma followed by treatment with chlorambucil One year after the initial episode the patient was asymptomatic with normal creatinine clearance but again showing urine sediment abnormalitiesnamely, microhaematuria and proteinuria 900 mg/ 24 h. There was no evidence of recurrent ear inflammation or deformity. Other laboratory measurements remained unchanged except for disappearance of cryoglobulins. The patient remains well taking prednisone 2-5 mg daily.
Discussion
Our patient meets diagnostic criteria for primary Sjogren's syndrome6 as shown by her typical history of recurrent parotitis, xerophthalmia, xerostomia, and an intense chronic mononuclear cell infiltrate in salivary glands. Additionally, she had immunological variables suggesting an autoimmune processnamely, antinuclear antibodies, rheumatoid factor, cryoglobulins, and anti-SSA antibodies. The emergence of ductal breast adenocarcinoma may reflect the predisposition to malignancy in patients with Sjogren's syndrome.1 The phenotypic lymphocyte profile showing decrease of the helper/inducer (CD4+) and relative increase of the cytotoxic/ suppressor (CD8+) T cell subpopulation in peripheral blood is consistent with our previous report.S This pattern suggests redistribution of T helper cells to affected organs as observed in immunohistological studies. 1 Also, a higher spontaneous IgG production by peripheral blood mononuclear cell cultures indicates hyperactive B cell responses, as shown previously in a larger group of patients.5 This may be relevant to the associated chondritic process, where IgG anticollagen antibodies and immune complexes deposited in cartilage have been described. 7 The patient showed a diminished pokeweed mitogen induced immunoglobulin synthesis, as we have observed in primary Sjogren's syndrome5 and rheumatoid arthritis (unpublished data). It is possible that in the presence of B cell hyperactivation pokeweed mitogen may have an inhibitory effect, as previously reported in patients with systemic lupus erythematosus.8 9 Our patient does not meet criteria for systemic lupus erythematosus10 or any other connective tissue disease, and the anti-Sm and anti-DNA antibodies were persistently negative. The histological findings in ear cartilage are highly suggestive of relapsing polychondritis.3 At present this diagnosis cannot be sustained, however, as only a single episode has occurred-and no signs of extended cartilage inflammation have been seen. 3 Rapidly progressive glomerulonephritis has been described in patients with relapsing polychondritis,11-13 with a predominant pattern of severe extracapillary proliferation and crescent formation. Our patient showed a typical pattern of proliferative diffuse glomerulonephritis, and the severity of the lesion is emphasised by the presence of hyaline thrombi. This finding may explain the sudden development of transitory renal insufficiency.14 Moutsopoulos et al reported three cases with immune complex mediated glomerulonephritis in patients with longstanding sicca syndrome, and, as in our case, two of them showed cryoglobulins.15 Thus it is possible that the renal lesion in our patient may be related to cryoglobulinaemia.
In summary, we report an unusual association of ear chondritis and diffuse proliferative glomerulonephritis in a patient with primary Sjogren's syndrome, illustrating the potential risk of severe renal compromise in these patients. Further, cartilage inflammation must now be added to the growing list of extraglandular manifestations in primary Sj6gren's syndrome. 
